The large mass between the toes was encapsuled, but shelled out fairly easily. I think it will be agreed that it is a fibro-sarcoma and not an endothelioma. [January 23, 1931.] Ataxia of Cerebellar Type following Diphtheria.-C. WORSTER-DROUGHT, M.D., and T. R. HILL, M.D. D. L. A., female, aged 15 years. The patient exhibits signs of generalized incoordination which dates from an attack of diphtheria in 1919, at the age of 4 years. There is also some mental retardation which is made to appear worse than it actually is by severe dysarthria.
History.-Occasional epileptiform attacks from age of 18 months onward; (?) rheumatic fever at 10 months; (?) tuberculosis left knee at 20 months; scarlet fever at 3 years. December 2, 1919: Onset of attack of faucial diphtheria, small patches of membrane being present on both tonsils. A week later several attacks a day of grand mal developed and the patient became semi-comatose. This stupor gradually passed into drowsiness and disorientation which lasted for six months.
After fourteen days of illness the fits ceased, but the plantar reflexes were stated to be extensor and the tendon reflexes exaggerated. Pupils and discs normal. Much generalized muscular weakness and emaciation developed. Cerebrospinal fluid normal. After two months, jerky movements of limbs and grimacing were observed. Legs held in flexion at hips. No tendon reflexes elicited. After seven months, drowsiness and disorientation diminished. Patient took interest in general things, made noises and laughed, but did not speak. Power in arms fair. Could not sit up. Legs weak and often held in flexion. After eight months, discharged from hospital with generalized jerky and spasmodic movements, impaired mentality, sluggish tendon-reflexes, and a tendency to hold legs flexed at hips. COMMENT.-The special interest of the case is that it presents a problem in wetiology. The dysarthria, ataxia and motor impairment date so definitely from the attack of diphtheria that it is difficult to exclude some causal relationship. One suggestion is that. taking into consideration the patient's previous history, which is apparently normal apart from occasional epileptiform attacks, she is possibly the subject of one or more congenital aneurysms on cerebral or cerebellar arteries (which might account for the pre-existing epilepsy), and that during the course of the diphtheria one such aneurysm may have ruptured, causing an extensive lesion of the cerebellum and deeper parts of the brain. Against this view, however, is the fact that such himorrhages are usually subarachnoid, whereas the history and present condition do not favour a diagnosis of spontaneous subarachnoid hiemorrhage. A diffuse encephalitis, either diphtheritic or as the result of a coincident infection, is also a possibility. Apart from peripheral neuritis, however, the most frequent complication affecting the nervous system in diphtheria is cerebral embolism or thrombosis. An extensive thrombosis mainly of cerebellar arteries, with consequent softening, appears the most probable explanation in this case. A similar problem was presented by a case of bilateral hemiplegia complicating diphtheria which we showed earlier in the session.'
Discu88ion.-Dr. J. D. ROLLESTON said that, in his opinion, this was a unique case. In the discussion on the case which Dr. Worster-Drought showed at the last meeting (one of double hemiplegia following diphtheria) the question of encephalitis was raised and he (Dr. Rolleston) had remarked that encephalitis had been suggested as a cause of hemiplegia in diphtheria, as could be seen from Dynkin's paper,' 1913 and Querido's3 case in 1928. But as none of these cases had come to autopsy it could not be verified.
Dr. WORSTER-DROUGHT in reply said there was no doubt that the present condition began during the course of the diphtheria; there was no previous history of incoordination, dysarthria or any nervous lesion beyond the occurrence of the occasional epileptiform attacks. With regard to heredito-familial ataxia the onset of the present disorder was more sudden than gradual and there is no family history of a similar condition; also the knee and ankle jerks are present and there is no hypotonia; the limbs, in fact,' are rather hypertonic and such hypertonia appears now more extrapyramidal than pyramidal. If the condition had not dated so definitely from the diphtheria and had shown occasional remissions, a diagnosis of disseminated sclerosis beginning at an unusually early age might also have been considered. The Lange reaction in the cerebrospinal fluid was negative and did not suggest this condition.
Dwarfism with Mental Defect.-K.. H. TALLERMAN, M.D. G. H., female, aged 3 years and 9 months, was brought to hospital because of her small stature, and inability to speak properly.
Fambily history.-Nothing significant. One other child, healthv and normal. Past history.-Child was said to be a full-term infant; instrumental delivery;
